[Effect of eosinophil apoptosis on glucocorticoid-resistant asthma].
To investigate the function of eosinophil apoptosis and regulation of glucocortico steroids on IL-5 and GM-CSF expression in peripheral blood mononuclear cells (PBMCs) in glucocorticoid-resistant asthmatic patients. Eosinophils (EOS) and PBMCs isolated from glucocorticoid-sensitive (SS, 15 cases) and resistant (SR, 30 cases) asthmatic subjects were cultured and treated with dexamethasone (DXM) in vitro. Concentrations of IL-5 and GM-CSF were determined by ELISA in the supernatants recovered in sham and DXM treated cells. The rates of EOS apoptosis and Fas antigen expression were documented via flow cytometer in sham, DXM treated and PBMC supernatant treated groups respectively. There were no statistical significant differences of the concentrations of both IL-5 and GM-CSF in sham cultured PBMC supernatants between SS and SR groups [(196 +/- 68) micrograms/L vs. (235 +/- 98) micrograms/L IL-5 (P > 0.05), (325 +/- 110) micrograms/L vs. (356 +/- 131) micrograms/L GM-CSF (P > 0.05); SS versus SR groups, respectively]. There were statistically significant decreases in both IL-5 and GM-CSF after DXM exposure in SS group [(196 +/- 68) micrograms/L vs. (147 +/- 62) micrograms/L IL-5 (P < 0.01); (325 +/- 110) micrograms/L vs. (270 +/- 97) micrograms/L GM-CSF (P < 0.01)]. In contrast, there were no significant differences in both IL-5 and GM-CSF after DXM exposure in SR group. Baseline rates of both EOS apoptosis and Fas antigen expression were statistically significant different between SS and SR groups [(67 +/- 21)% vs. (33 +/- 17)% the rate of EOS apoptosis (P < 0.001); (54 +/- 23)% vs. (27 +/- 15)% the rate of Fas antigen expression (P < 0.001), SS versus SR groups, respectively]. A dramatic increase in EOS apoptosis after DXM exposure was observed in SS group [(67 +/- 21)% vs. (89 +/- 20)% (P < 0.01), baseline vs. DXM exposure, respectively], but there was no significant change in Fas antigen expression. There were no significant changes in both EOS apoptosis and Fas antigen expression in SR group after DXM exposure. These data suggest that EOS compromised apoptosis might exist and could not be affected by glucocorticoid induction in SR asthma. On the other hand, Th2 cytokine over-expression could not be inhibited by glucocorticoid in SR group in vitro.